Haemophilus influenzae is an unusual corneal pathogen in Western society. We present what we believe to be the first reported case of a primary H. influenzae corneal ulcer which occurred in a patient who was being treated with a therapeutic soft contact lens for painful bullous keratopathy secondary to Fuchs's dystrophy.
Case report
A 77-year-old man was examined at the North Carolina Memorial Hospital during April 1979 because of intermittent left eye pain. Initial ophthalmic examination revealed a best corrected visual acuity of 6/7 5 in the right eye and 6/15 in the left eye. Biomicroscopic examination showed the inferior half of the left cornea to have bullous oedema. Superficial, inferior neovascularisation was present. Confluent central guttata and pigmentation of the central endothelium were noted in both corneas. Central corneal sensation was normal in both eyes, and pachymetry showed a right corneal thickness of 060 mm. methacrylate Bausch and Lomb U3, plano power continuous wear, soft contact lens with a centre thickness of 007 mm and a diameter of 13-5 mm. The. lens afforded relief from pain. Increased vascularisation of the left cornea was noted on subsequent visits. The patient often failed to attend regular follow-up appointments. Instead he reported to the clinic when the contact lens had been lost, and his pain had returned.
On 30 April 1981 the patient was examined by a local ophthalmologist. The contact lens had been lost 5 days previously, and the patient reported pain in the left eye. A left corneal epithelial defect with no evidence of an external ocular infection was noted. A new Bausch and Lomb U3, plano power, 0 07 mm center thickness, 13-5 mm diameter soft contact lens was rinsed in sterile, nonpreserved, buffered saline from a new, unopened vial and inserted in the left eye.
The patient was again evaluated at the North Carolina Memorial Hospital eye clinic on 4 May 1981 for complaints of increasing left eye pain, photophobia, tearing, and a purulent discharge. Examination showed a visual acuity of 6/7 5 in the right eye and hand motions in the left eye. The left eye showed moderate conjunctival hyperaemia. Biomicroscopic examination of the left cornea revealed inferior stromal vascularisation, a 4-2 by 1 9 mm central ulcer with an underlying stromal infiltrate, a yellow-white endothelial plaque, and a 2 mm hypopyon (Fig. 1) In all previous reports the corneal complications have been judged secondary to a pre-existing conjunctival infection. In fact Feducowicz, speaking of Haemophilus aegyptius, stated that primary bacterial keratitis is unknown.'2 There was no evidence of a primary conjunctival infection in our patient. An ophthalmologist saw no evidence of a purulent conjunctivitis when he inserted a contact lens 5 days prior to admission. On admission lid and conjunctival cultures were performed on sheep blood agar. Although H. influenzae does not alone grow on sheep blood agar, the bacterium will easily grow as satellite colonies around Staphylococcus epidermidis. If H. influenzae had been present on the conjunctiva, the bacterium should have been detected as satellite colonies about the Staph. epidermidis colonies recovered on the lid and conjunctival culture plate. Therefore our case appears to represent a primary bacterial keratitis.
The new Bausch and Lomb contact lens came from the manufacturer stored in sterile, buffered, nonpreserved saline. Although possible, it would seem unlikely that the haemophilus organism could have contaminated that solution, because all sealed, contact lens containers were heat sterilised at 87°C before leaving the manufacturer. Similarly, a new, unopened vial of nonpreserved, buffered saline was used to rinse the contact lens prior to insertion, and these sealed vials were sterilised by filtration through 1617 Over the last several years there has been a definite change in the antibiotic sensitivities of H. influenzae. A significant increase in resistance to ampicillin and chloramphenicol has been noted. In a survey of H. influenzae antibiotic resistance in the United Kingdom 115 strains were resistant to ampicillin; resistance was significantly more common in type b strains, and 106 produced ,3-lactamase. 18 In the same study chloramphenicol resistance was associated with tetracycline resistance, and chloramphenicol resistance was more common in isolates from the eye than in isolates from other sources.'8 These findings suggest that H. influenzae ocular isolates should be typed and tested for /8-lactamase production. Our isolate did not produce (8-lactamase. If an isolate produces,3-lactamase, the most appropriate antibiotic would be gentamicin sulphate.
Bacterial corneal ulcers are a recognised complication of soft contact lens wear, and H. influenzae to our knowledge has never been identified as the aetiological agent of this disease. Table 1 , a compilation of cases of soft contact lens-related bacterial keratitis, includes cases associated with both cosmetic and therapeutic soft lenses. Although most of the bacteria previously reported are known potential corneal pathogens, other distinctly unusual bacteria such as Herellea vaginocola (Acinetobacter calcoaceticus) have been identified as the pathogens in corneal ulcers related to therapeutic contact lens wear. It may be that the addition of a therapeutic contact lens to a cornea with pre-existing abnormalities, such as chronic epithelial defects and stromal vascularisation, alters the microenvironment of the corneal surface sufficiently to widen the range of susceptibility to corneal pathogens. Because bacteria not generally considered corneal pathogens can cause infectious corneal ulcers secondary to contact lens wear, the clinician should give special attention to organism identification in contact lens patients with corneal ulcers so that appropriate therapy can be administered.
